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A Case of Ticlopidine-Induced Cholastatic Jaundice

Ka Eun Woo - Hong Kun Che - Gil Ja Shin
Department of Internal Medicine, College of Medicine, Ewha Womans University

Ticlopidine, a platelet aggregation inhibitor, is widely used in the secondary prevention of
stroke and previous manifestation of peripheral arterial occlusive disease. Ticlopidine is also
used to prevent myocardial infarction and post-stenting occlusion after intracoronary stent
implantation, The exact mechanism of action of ticlopidine is unclear, but likely involves the
inhibition of platelet activity by the suppression of adenosine diphosphate-induced platelet
aggregation. The most common adverse effects are gastrointestinal problems, skin reactions,
and hematologic changes. The adverse hepatic effects are not frequent(4% in different series).

We experienced a case of ticlopidine-induced cholastatic jaundice, and report with review of

literatures.
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Fig. 1. ECG at arrival. There ware ST segment elevation with tall T wave in V2-5 and reciprocal ST segment depres-
sion in 1 and aVF, suggested acute myocardial infarction, anterolateral wall.
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Fig. 2. Coronary anglography before PTCA. There was 75% narrowing of middle portion of left anterior des-

cending artery.

Fig. 3. Coronary angiography after PTCA.
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